from the pulmonary trunk, and to hypoplasia
of the left ventricle associated with premature
closure of the foramen ovale. Although not
really a disease of the myocardium, it is a cause
of heart failure of cryptic origin, and so is
grouped with the cardiomyopathies.

Amyloid disease of the heart can cause a re-
strictive cardiomyopathy in adults.

4. Obliterative cardiomyopathy (endomyo-
cardial fibrosis) is of unknown cause and
found mainly in tropical Africa where it is one
of the common forms of left or total heart fail-
ure. It occurs in many other parts of the world.
In the absence of significantly narrowed cor-
onary arteries there is dense fibrosis of the
endocardium affecting usually the apex and
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posterior walls of one or both ventricles. Some-
times the fibrosis partially obliterates the ven-
tricular cavity and, by enveloping the posterior
papillary muscles and chordae tendineae, dis-
torts the posterior cusps of the mitral and tricus-
pid valves with resulting incompetence. Mural
thrombus overlying the fibrotic endocardium is
common though embolism seldom occurs. The
fibrosis is dense and acellular on the surface
but more loose with some inflammatory reac-
tion in the deeper layers. Fibrous tissue bands
may spread through the inner third of the myo-
cardial wall and there may be atrophy of myo-
cardial fibres with loss of sarcoplasm. Bacterial
endocarditis is recorded in about 10 per cent of
fatal cases.

Inflammatory Lesions of the Heart

Myocarditis

The term myocarditis is used loosely to cover
various lesions of diverse nature, some of which
are due to bacterial and viral infections, others
to the effects of bacterial toxins. Rheumatic
myocarditis appears to be a hypersensitivity
reaction to streptococcal antigens. The subject is
difficult because of the impossibility of con-
firming myocarditis in suspected cases which re-
cover, and the poor correlation between patho-
logical lesions in the myocardium and clinical
evidence of heart disease. The possibility of ser-
ious metabolic disorder with no histological
change in the myocardium, and the difficulty of
interpreting the results of bacteriological cul-
tures of necropsy material, further complicate
the subject.

In fatal cases of acute myocarditis, the heart
is flabby, usually pale, the ventricles are dilated
and there may be mural thrombosis.

Toxic myocarditis is a major feature of diph-
theria. Similar appearances, presumed to be
toxic in origin, may be seen in pneumococcal
pneumonia, typhoid fever, septicaemia and
other extensive septic conditions.

Morphological changes. The gross changes,
mentioned above, are not diagnostic. Micro-
scopically there is a parenchymatous lesion
with numerous small foci of coagulative nec-
rosis in the muscle. The affected fibres appear

swollen and glassy, with loss of striations and
nuclei, and around them there is infiltration,
mostly of macrophages and lymphocytes, but
polymorphs also may be present. The necrotic
fibres afterwards undergo absorption (Fig. 7.1,
p. 178), while the supporting cells in the areas
of infiltration proliferate, and small fibrous
patches ultimately result. The nature of the in-
fection cannot be deduced from the appear-
ances of the cardiac lesions. In some cases of
toxic myocarditis due to diphtheria, the con-
ducting system is severely affected (Fig. 15.14),
with resultant heart block.

Clinically toxic myocarditis is recognised by
the onset of cardiac arrhythmia or acute car-
diac failure in a patient with diphtheria, pneu-
monia or other toxic infection. It may cause
sudden death. Peripheral circulatory failure
may also be present in severe cases.

Suppurative myocarditis is due to direct ex-
tension of pyogenic organisms from an adja-
cent valve in bacterial endocarditis, or to infec-
tion by the bloodstream. The myocardium is a
common site of multiple abscess formation in
septicaemia or pyaemia, particularly when due
to Staph. aureus. In pyaemia, the abscesses
have the usual haemorrhagic margin, and their
presence is suggested at necropsy by small epi-
cardial haemorrhages, incision of which may
reveal underlying abscesses. Septic emboli may-
be found in coronary branches (Fig. 15.15).